Summary
Three recent studies, approaching the question from different angles and using different and/or overlapping models, provide compelling evidence for the involvement of tumor-infiltrating B cells in the initiation and progression of pancreatic ductal adenocarcinoma (PDAC). These studies highlight the need for a better understanding of tumor-immune system interactions and the immunological mechanisms that promote or inhibit tumorigenesis, paving the way for better treatment strategies.
Main text
Treatment of pancreatic cancer has proven very difficult because of both the non-immunogenic nature of the tumor and the late stages at diagnosis. This is reflected in the abysmal 5-year survival rate of ~7% and the harsh standard-of-care (SOC) for patients. The most common treatment, aside from palliative care or surgery in eligible patients, is gemcitabine, which is a general DNA damaging agent. However, those patients healthy enough to handle strong treatment side effects are given a cocktail of four drugs especially in higher risk individuals who are pre-disposed to developing PDAC due to family history (e.g., BRCA mutation and diabetes) or tobacco usage, helping clinicians develop earlier interventions.
